Introduction
An epileptic seizure is a common presenting symptom occurring in up to 48% of brain tumours (Rasmussen and Blundell, 1961) . Although the nature of the focal seizure might indicate with some accuracy the site of the cerebral lesion (Le Blanc and Rasmussen, 1974) brain tumour is only one among the many possible causes (Robb and McNaughton, 1974) . It is well recognized that slowgrowing gliomas, especially, can present as seizure problems for years without accompanying evidence of raised intracranial pressure or focal neurological signs (Rasmussen and Blundell, 1961; Gonzalez and Elvidge, 1962 ; Le Blanc and Rasmussen, 1974) . There are several detailed reports on epilepsy in brain tumours (Lurd, 1952; Rasmussen and Blundell, 1961 ; Gonzalez and Elvidge, 1962 ; Arseni and Petrovici, 1971 ; Le Blanc and Rasmussen, 1974; Ketz, 1974) . Nevertheless, the reverse problem of brain tumours in an epileptic population is less well studied (Rasmussen and Blundell, 1961; Le Blanc and Rasmussen, 1974) . Similarly, although there are reviews on the EEG in epilepsy (Hess, 1974; Gastaut and Tassinari, 1975) and the EEG in brain tumours (Van Der Drift, 1957; Magnus, Storm Van Leeuwen and Cobb, 1961; Krenkel, 1974; Hess, 1975) , opinions differ on the possibility of distinguishing the aetiology of the seizure on the basis of EEG changes (Krenkel, 1974 The following clinical variables were tested for significant differences between the two groups of patients: age at onset of seizures, duration of episodes in months, type of clinical seizure, febrile fits, headaches, focal neurological signs and evidence of increased intracranial pressure. As seen from Table 1 age was a significant factor that distinguished the two groups, as the incidence of tumours in those in whom fits occurred below the age of 20 years was very low. In addition, the presence of focal neurological signs and raised intracranial pressure were significantly in favour of the tumour group (P<0.01).
The EEGs were initially categorized into twenty mutually exclusive focal EEG patterns. As there were too few cases belonging to certain patterns these were eventually condensed into the groups as shown in (Rasmussen, 1968) ; and 9'5% of temporal lobe epileptics, 70% of whom have gliomas and about 80% developed their fits after the age of 25 years (Currie et al., 1971) . Buisson-Ferey (1961) similarly noted that the type of seizure did not give an indication of the presence of tumour in adult epileptics. The present observations on the duration of fits in the presence of brain tumours is similar to that of Rasmussen and Blundell (1961) and of Gonzalez and Elvidge (1962) who found that astrocytomas can present as seizures for years without evidence of focal neurological signs or raised intracranial pressure. On the other hand, the presence of focal neurological signs and increased intracranial pressure were highly significant in this seizure population in favour of brain tumours.
Despite an extensive literature on the EEG in brain tumours (Van Der Drift, 1957; Magnus, Storm Van Leeuwen and Cobb, 1961; Krenkel, 1974; Hess, 1975 ) the study, in a seizure population, of those EEG changes that are closely associated with brain tumours has not received equal attention. Rasmussen and Blundell (1961) Brain scans proved a useful test for identifying tumours in the seizure patients (P<001). Besides meningiomas, brain scans were positive in all those with arteriovenous malformation. McRae (1974) similarly mentions the value of brain scans in identifying meningiomas and arteriovenous malformations. Fischgold and Buisson-Ferey (1961) also found positive brain scans a useful indicator of brain tumours in epileptics.
